During the 19th and early 20th centuries, the British Empire was extensive and included the whole of the Indian subcontinent. [India. Pakistan (which in 1972 split into Pakistan and Bangladesh) and Ceylon (later renamed Sri Lanka). We have referred to persons whose origin is from these countries as 'Indian ethnic', rather than 'Indian subcontinent ethnic', for simplicity]. Many Britons lived in the subcontinent, and brought up families there. After the Second World War however, with changed economic and political circumstances, India, Pakistan and Ceylon gained independence, and large numbers of residents of British ethnicity returned to their ancestral country of origin. This return gives a fascinating epidemiological opportunity: the individuals concerned had early-life exposure to the environment of a tropical, less developed country. but had a Caucasian phenotype. Cancer risks in such countries differ greatly from those of the West and data on these migrants can give information on the extent to which these differences in risk are of environmental rather than genetic origin. and also on the specific effects of early-life exposures, since although the individuals experienced aspects of the infections, diet and environment of the Indian subcontinent in their youth, in general they left the subcontinent at or before Independence (1947 The only ethnic coded data on the population structure of the Indian subcontinent-born in England and Wales are for a 1% sample of this population in 1971 (Marmot et al.. 1984 . These data are only available for a single year, are based on small numbers (fewer indeed than the number of deaths in our study), do not separate British ethnic from other nonIndian ethnic Indian-born migrants. and do not provide agespecific data for the full age range. They were therefore not satisfactory to use as denominators for calculation of mortality rates in the immigrants. We Group, 1986; Sivayoham, 1986; Rahim, 1986 showing 99-100% sensitivity and specificity for identification of Indian subcontinent ethnicity. The only category of individual for which the OPCS staff expressed difficulty in deciding ethnic group was Portuguese-named persons born in Goa (a very small proprtion of all Indian born), whom they therefore coded to unknown ethnicity. Indian names are generally easily distinguished from European names and it is likely that few individuals coded as of Indian origin were in fact of British origin. On the other hand, a small proportion of those who appear from their name to be of British origin, may in fact not have been entirely so for three reasons. Firstly, some Indian Christians have adopted European names. Secondly, persons of mixed Anglo-Indian ancestry tend to have British names. Thirdly, a few individuals may have anglicised their names for commercial reasons. Nevertheless, the great majority of the British-named individuals will have been of British stock, and hence although a slight similarity of risks in the British-named to the Indian-named group might have resulted solely from misclassification of ethnicity, substantial resemblance of risks in the Britishnamed to those in the Indian-named is unlikely to be an artifact of ethnic misclassification and may reflect exposures and behaviours acquired in India. It should be noted, however, that the extent to which the British ethnic group completely took on Indian behaviours and were fully exposed to all aspects of the Indian environment will vary according to the particular behaviour or exposure.
For few deaths in England and Wales (about 1%) is country of birth not recorded, and almost all of these are in fact born in the UK (Marmot et al., 1984 (Donaldson and Clayton, 1984) , with no data on this malignancy in the other three published datasets; a significantly reduced risk of pancreatic cancer in males in one study (Balarajan et al., 1984) and in females in another (Marmot et al., 1984) (Balarajan et al., 1984) , but with risks elsewhere either not significantly decreased, or sigifiantly incased (Donaldson and Clayton, 1984) ; and a significantly decreased risk of prostatic cancer in one study (Balarajan et al., 1984) , with a non-significant increase in the only other study to report on this (Donaldson and Clayton, 1984) .
The high risk of oral and pharyngeal cancers in persons of Indmian ethnic origin is in accord with the very high risk of these tumours recorded in many studies in India (Paymaster, 1964; Muir et al., 1987; Parkin et al., 1992) , Pakistan (PMRC Study Group, 1986) , Bangladeh (Huq, 1976; Rahim, 1986) ; and Sri Lanka (Nissanga, 1976; Panabokke, 1986; Sivayoham, 1986) , and in Indian ethnic populations in several countries outside the subcontinent (Marsden, 1958; Shanmugaratnam et al., 1983; Donaldson and Clayton, 1984) although not in Indian males in Natal (Schonland and Bradshaw, 1968) and Fiji (Boyd et al., 1973) or Indians of either sex in New South Wales (Grulich et al., 1995) . It has been shown that the habit of chewing betel quid is a major aetiological factor in oropharyngeal cacers in Indians (IARC, 1985 (Schonland and Bradshaw, 1968) and Singapore (Shanmugratnam et al., 1983) . This might relate to dietary deficiencies in India, and possibly to betel quid chewing (Jussawalla and Deshpande, 1971; Day and Mufioz, 1982) .
The raised risk of laryngeal cancer in Indian ethnic male immigrants to England and Wales is again paralleled in some Indian subcontinent cancer registry data (Muir et al., 1987; Parkin et al., 1992) and clnical series (Huq, 1976) although not in Indians in Fiji (Boyd et al., 1973) , Sin re (Shanmugaratnam et al., 1983) or Natal (Schonland and Bradshaw, 1968 (and oropharynx) (Jussawalla and Dehpande, 1971) . The raised risk might relate to betel quid chewing, although the evidence that this may cause laryngeal cancer (Sarma, 1958; Jussawalla and Deshpande, 1971 ) is kss than the evidence for its causal role in oral and pharyngeal cancers, and would be worth further investigation. Another altenative is that some of the laryngeal canrs may be diagnostically or terminologically misspecified cancers of the hypopharynx, which is anatomically close to the larynx, with which it can be confused.
Stomach (Muir et al.. 1987 : Parkin et al.. 1992 . or in Indian subcontinent hospital-based series (Huq, 1976; Parkin. 1986 (Huq, 1976; Rahim, 1986; Sivayoham. 1986 : Panabokke, 1986 ) and high incidence in Indians abroad (Marsden, 1958; Schonland and Bradshaw, 1968; Boyd et al., 1973; Shanmugaratnam et al., 1983; Donaldson and Clayton, 1984; Matheson et al., 1985) . We do not have data for the migrants on numbers of sexual partners (and hence potential for sexually transmitted virus exposure), the other main known risk factor for this malignancy.
The low risks in most instances of bladder and renal cancer in the immigrants accord with their generally low level of smoking. The low risk of testicular cancer in the Indian ethnic migrants accords with the low risk seen in most (but not all) non-white groups worldwide, including several such groups after migration to Western countries (Swerdlow. 1986 
